The number of In this study, we sought to characterise some of the perinatal risk factors independently associated with pulmonary inflammation in the newborn premature infant. In addition, we aimed to determine whether airway neutrophils at birth were of maternal or fetal origin.
In achieving these aims, we used 'blindly' wedged bronchoalveolar lavage and probed cells for the Y chromosome using in situ hybridisation.
Subjects and methods

SUBJECTS
Seventy four infants intubated for respiratory disease were studied. All were <32 weeks' gestation (mean 27-3 weeks) and underwent bronchoalveolar lavage between 4 and 24 hours of age. Antibiotics had been given before lavage but no infant had received surfactant. Almost all of the febrile mothers had been given antibiotics before delivery. Clinical data recorded at the time included the presence of PROM of more than 24 hours ' (fig 3A, B) . If maternal infection either directly or indirectly induces neonatal pulmonary inflammation, it is surprising that maternal fever had no independent effect on BALF leucocyte numbers. There was a trend for increased BALF cell counts with maternal fever where PROM was less than 24 hours (fig 1) and it is possible that this study had insufficient power to detect an independent effect. This could be due to the confounding clustering of perinatal factors into two broad groups: preterm labour with vaginal delivery after PROM or maternal fever, and caesarean section for pregnancy induced hypertension without PROM.
Irrespective of their aetiology, viable leucocytes in the airway are capable of releasing histiotoxic mediators.'6 The influence of airway inflammation induced in utero on respiratory outcome has not been described, although isolation of U urealytcum from tracheal aspirates of newborn infants is a risk factor for the development of chronic lung disease.'3 Conversely, PROM >16 hours matures pulmonary surfactant and reduces the incidence of respiratory distress syndrome.17 18 As chronic lung disease may develop without early intubation,2 19 any future study into the effect of pulmonary inflammation in newborn infants should include data from non-intubated babies.
In conclusion, the presence of viable inflammatory cells in the airway of intubated preterm neonates is influenced by maternal rupture of membranes for more than 24 hours. Pulmonary inflammation at birth appears to be of fetal origin but a bacterial aetiology could not be demonstrated by our culture techniques. Although there appeared to be an association between inflammation in the neonatal lung and in the amniotic fluid, a direct relationship will only be demonstrated by the combination of amniocentesis and neonatal bronchoalveolar lavage.
